The development of new banding techniques has led to the identification of various new types of chromosome aberrations, especially those of the duplication-deficiency type ofstructural abnormality. Consequently syndromes of partial trisomies or monosomies will gradually be delineated by correlation between the chromosomal aberrations and their phenotypic manifestations. It is envisaged that a trisomy syndrome may not be caused by complete trisomy but by duplication of certain specific euchromatic regions of a chromosome. In fact, it has been demonstrated that the presence of an extra region of is the cause of Down's syndrome (Williams et al., 1975; Poissonnier et al., 1976 The proband (C :072575), a white newborn male infant with multiple congenital anomalies, was born after 43 weeks' gestation, the only child of a 3 1-year-'Supported by U.S. Public Health Service Grant-HD002552 and Genetics Center GM-19443 and a Medical Service Grant from the National Foundation (C-155). Received for publication 18 February 1976. old mother and a 31-year-old father. The pregnancy was complicated in the first trimester by vaginal spotting for which Provera was given. There was a history of difficulty in conceiving and one early spontaneous abortion 13 months before the birth of the proband. The patient's Apgar score was 6 at 1 minute. His birth weight was 3240 g with a head circumference of 32.5 cm and length of 55.5 cm.
The following anomalies were observed: sloping forehead, large fontanelles, widely separated cranial sutures, facial asymmetry, capillary telangiectasis on both eyelids, wide epicanthal folds, anti-mongoloid slanting of eyes, depressed nasal bridge, prominent nose, increased philtral length, macrostomia, midline cleft of hard and soft palate, a natal tooth, micrognathia, bilateral microtia, right preauricular sinus, suboccipital haemangiomas, narrow asymmetric chest, dorsal kyphoscoliosis, widely spaced nipples, single umbilical artery, small scrotum with neither testicle palpable in the sac or in the inguinal canals, small penis, flexion contractures of major joints (elbow, wrist, hip, and knee), finger-like malopposed thumbs, subluxation of the metacarpophalangeal joint of the right thumb, flexion contractures of other fingers, fifth finger overriding fourth finger, hypoplastic nails, six arches on finger tips, distal loop in the hallucal area, and arches on both big toes (Fig. 1 ).
Fanmilial translocation with partial trisomy of 13 and 22 Alfi et al. (1975) and Penchaszadeh and Coco (1975) . The clinical and pathological findings of our case were compared to the findings of trisomy 13 and 22, and our patient presented most of the major phenotypic features of both trisomies (Table) . Phenotypic features suggestive of trisomy 13 included absence of the olfactory bulbs and tracts, micropolygyria of frontal lobes, wide cranial sutures and fontanelles, epicanthal folds, bilateral microtia, capillary haemangiomata, cardiovascular anomalies including absence of one umbilical artery, genitourinary tract and gastrointestinal tract anomalies. Features suggestive of trisomy 22 were typical facial appearance, preauricular sinus, finger-like malopposed thumbs, and deformed lower extremities (Alfi et al., 1975; Penchaszadeh and Coco, 1975) . The features common to both trisomic syndromes were microcephaly, prominent beaked nose, micrognathia, cleft palate, and atrial septal defect. No. 13 No. 22
It may be noted that though renal anomalies are a common feature of trisomy 13 nodular renal blastema are not a distinctive feature of this chromosomal aberration. However, these have been reported in subjects with trisomy 18 (Bove et al., 1969) .
A few instances of partial trisomy of the distal portion of the long arm of 13 have been described. Hoehn and Wolf (1971) reported a 13q+ chromosome in a patient with characteristics of trisomy 13 syndrome. Autoradiographic study of this 13q+ chromosome showed a possible duplication of the distal third of the long arm. Fryns and Eggermont (1974) Kim, Hsu, Goldsmith, Strauss, and Hirschhorn is responsible for the clinical features of trisomy 13.
Recently Williams et al. (1975) reported familial Down's syndrome due to t(10:21) and showed evidence that the Down phenotype is related to trisomy of the distal segment but not the proximal segment of 21q. In general, heterochromatin is thought to be located primarily in those chromosome regions which stain densely by G-banding while euchromatic regions stain lightly or not at all. It has also been inferred that euchromatin is genetically active whereas constitutive heterochromatin does not contain structural genes coding for proteins (Comings, 1972) . Therefore we propose that presence of duplicated euchromatic regions of No. 22 (22ql1) and No. 13 (13q22 and/or 13q34) are responsible for the trisomy 22 and 13 syndromes.
These specific euchromatic regions probably contain gene(s) which are responsible for various degrees of developmental retardation and malformation associated with the trisomy syndromes. Such gene(s) when present in triple dose may cause a regulatory imbalance in cellular differentiation at critical times of embryogenesis.
